INTRODUCTION
Takotsubo cardiomyopathy (TTC), also called stress cardiomyopathy or apical ballooning syndrome (ABS), is an uncommon and fascinating form of acute transient left ventricular dysfunction in the absence of coronary artery disease. TTC commonly presents as an acute coronary syndrome, almost exclusively in postmenopausal women, and is frequently associated with acute emotional distress or chronic underlying anxiety and depressive states. The most common form is an akinesia of the apex combined with a hyperdynamic base resulting in a peculiar left ventricular (LV) configuration resembling a ''takotsubo'', a Japanese octopus pot. The majority of patients have a favorable prognosis with full recovery of the left ventricular dysfunction. However, recent reports have suggested the prognosis is worse than conventional wisdom, with major cardiac and cerebral vascular morbidity and mortality, nearly that of acute coronary syndromes 1 . United States Medicare Registry shows a marked increase in the frequency of hospitalizations from TTS with a three-fold increase from the years 2000 to 2012 2 . The mechanism responsible for TTC and apparent increasing frequency are not completely understood.
Although in-hospital mortality is rare, several complications have been described in patients with TTC. These include arrhythmias, systolic anterior motion of the mitral valve (SAM), left ventricular outflow tract (LVOT) obstruction, mitral regurgitation (MR), LV thrombus, and cardiogenic shock [3] [4] [5] . Thus far, these complications have only been described in an isolated fashion. We present a unique patient manifesting four simultaneous complications of cardiogenic shock, severe LVOT obstruction with SAM, severe MR, and apical thrombus.
PATIENT AND METHODOLOGY
A 59-year-old woman with a history of schizophrenia and anxiety presented with shortness of breath one week after treatment for community-acquired pneumonia. On exam, she was afebrile, hypotensive, tachycardic and had a 3/6 systolic murmur.
Laboratory studies demonstrated elevated Troponin I levels and an EKG revealed sinus tachycardia and diffuse T-wave inversions in the inferior wall and precordial leads. Echocardiography within 24 hours of admission noted classic signs of LV apical ballooning with hyperdynamic basal contraction, akinesis of the mid-and distal LV, and severely depressed LV ejection fraction (LVEF) of 15%. In addition, there was evidence of SAM of the mitral valve with LVOT obstruction (Figs. 2 and 3) , and a large, apical LV thrombus measuring 2 by 4 cm (Fig. 1) .
Repeat echocardiography within five days showed a marked improvement in LV function and a decrease in apical thrombus size, mitral regurgitation and LVOT gradient. Treatment included judicious fluid resuscitation, a beta-blocker and a heparin bridge to therapeutic Coumadin. A final echocardiography performed three weeks after admission showed a normal LVEF of 65%, trace evidence of mitral regurgitation, a fully resolved thrombus and normal movement of the left ventricular wall. 
LESSONS LEARNED
We present a patient with TTC and a perfect storm; four major complications at a single event of cardiogenic shock, severe LVOT obstruction with SAM, MR and apical clot. Despite an extremely complicated clinical presentation, we emphasize with patience and appropriate supportive care, full resolution of all major complications is possible.
